A case of endocarditis caused by Comamonas acidovorans (Pseudomonas acidovorans) in a 42-year-old intravenous-drug abuser is described. This article appears to be the first detailed report of the isolation of this organism from a systemic clinical infection and its identification as a pathogen.
After blood cultures were taken, penicillin G, 3 x 106 U every 4 h, and ceftazidime, 1 g every 8 h, were initiated. Five of seven sets of blood cultures were positive for a Pseudomonas species which was susceptible to ceftazidime (Table  1) . Penicillin and ceftazidime were continued.
On hospital day 10, the patient was transferred to Westchester County Medical Center for further management because of a deterioration in her clinical status. During the previous two admissions, no intravascular monitoring devices were used. She noted increasing shortness of breath, increased weight, and new spots on her hands and feet since her admission. On admission to the hospital, her medications included ceftazidime, penicillin G, nitroglycerine ointment (Nitropaste), furosemide, methyldopa (Aldomet), and methadone.
On admission, she was afebrile with a blood pressure of 110/60 mm Hg and a heart rate of 92 beats per min. Bilateral rales, a IV/VI holosystolic murmur heard best at the right sternal border with an S3 gallop, and a decreased S2 heart sound were heard. Hepatomegaly, jugular venous distension, ascites, pitting edema to the groins bilaterally, and hemorrhagic bullae on the hands and feet were noted. Her blood urea nitrogen level was 54 mg/ml, and her creatinine level was 2.5 mg/ml. Her transaminase levels were minimally elevated, as were the levels of total bilirubin (1.6 mg/dl) and alkaline phosphatase (153 mg/dl). The (Table 2) revealed the organism to be C. acidovorans (4, 5, 13) . Bacteristatic and bactericidal levels of drug in serum (12) , Raji cell assay (15) , and Clq binding assay (7) were determined by standard techniques.
Comments. C. acidovorans is a non-glucose-fermenting, gram-negative, nonsporeforming rod previously classified within the genus Pseudomonas. The name Comamonas terrigena was revived (3) and P. acidovorans and Pseudomonas testosteroni were later transferred (14) cephalosporins, the ureidopenicillins, trimethoprim-sulfamethoxazole, the quinolones, and tetracycline. C. testosteroni and C. terrigena, however, are typically more susceptible to most antibiotics, including the aminoglycosides (G. L.
Gilardi, personal communication).
The organism isolated in this case had phenotypic properties and an antibiotic susceptibility pattern characteristic of C. acidovorans.
Isolates of nonfermenting gram-negative rods other than Pseudomonas aeruginosa are often reported as Pseudomonas species when isolated and are not further identified (to the species level). They are often saprophytes and are often considered contaminants. However, when isolated in pure culture, such as from sputum or urine specimens, they may be pathogenic (16) .
C. acidovorans has been reported to cause nosocomial bacteremia due to contamination of a pressure transducer (17) . Blood cultures became sterile with removal of the pressure-monitoring device and appropriate antibiotics. C. acidovorans has also been reported as a primary pathogen causing corneal ulcers (2) . Injections of carbenicillin intravenously and into the cornea beneath the Tenon's capsule and topical gentamicin and colimycin were administered.
Comamonads identified as C. testosteroni and C. terrigena have been reported to cause sepsis (1), sepsis associated with pyarthosis (E. G. Smith, Clin. Microbiol. Newsl., 5:4, 1983), and endocarditis (13) .
To our knowledge, this is the first reported case of C. acidovorans endocarditis. In this case, the pathogenicity of C. acidovorans was suggested by the isolation of the organism from five of seven blood cultures in association with a deterioration of the clinical status of the patient. Its origin in this case is uncertain. It is possible that drug paraphernalia became contaminated with water harboring the organism. Community-acquired endocarditis caused by other rarely pathogenic Pseudomonas species, including Pseudomonas maltophilia (19) and Pseudomonas cepacia (6, 9) , has also been associated with intravenous drug abuse.
It is also possible that the organism was acquired nosocomially during the previous hospitalization. No intravascular monitoring devices were used during that hospitalization.
However, intravenous catheters were used for the delivery of antibiotics. The organism was not grown from blood cultures during the initial admission of the patient, suggesting that the infection was acquired after discharge. Her previous episode of streptococcal endocarditis may have resulted in a damaged valve that was ripe for seeding by an organism of generally low pathogenicity. In the majority of reports of P. cepacia and P. maltophilia endocarditis, damaged valves were infected (6, 9, 19) . The patient was known to have alcoholic liver disease, which has been reported as a risk factor for other organisms, including nontyphoidal salmonella (3) and Vibrio vulnificans (18) . However, infection with nonfermenting gramnegative rods has not been associated with alcoholic liver disease in other reports. It is uncertain whether or not the organism was eradicated by medical management with the use of antibiotics. The bactericidal levels of ceftazidime and ciprofloxicin in serum were excellent, and multiple-repeat blood cultures did not grow C. acidovorans. However, these cultures were drawn while the patient was receiving antibiotics to which the organism was susceptible. The clinical deterioration of the patient's condition even prior to the nosocomially acquired diphtheroid and C. albicans bacteremia may have been the result of her poor prognostic status with medical management. Large vegetation sizes have been associated with poor outcome with medical management (11) . Circulating immune complexes as indicated by the high Clq levels, positive Raji cell assay, and low CH5O assay have been associated with the failure of antimicrobial therapy (8) . The cutaneous vasculitis and glomerulonephritis in this case were probably both related, at least in part, to immune complex formation.
To better understand the epidemiology and pathogenicity of these and other nonfermenting gram-negative rods, identification to species level should be attempted in the clinical microbiology laboratory.
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